A pilot study of traumatic epilepsy after nonmissile injuries indicated that acute intracranial haematoma was an important predisposing factor (Jennett and Lewin, 1960) . The numbers were small but a much larger series has now been accumulated from various sources, as described in detail elsewhere (Jennett, 1973 (Jennett, , 1975 . These additional patients were shown not to differ significantly from the original series, which came from an unselected series of head injuries (Table  1) . It seems reasonable, therefore, to regard the series as a whole as a valid sample of patients with acute intracranial haematoma. This term was applied if operative drainage was performed within 14 days of injury. Chronic subdural haematoma was excluded from the study, as were birth injuries; there were few infantile haematomas (less than 500 of the series were under 2 years of age). Traumatic epilepsy was diagnosed if the patient had even one fit, but in the event it with haematoma was often delayed for more than 24 hours after injury and this was significantly different from the time of onset of early epilepsy after other types ofinjury (Table 5 ). This suggests that the epilepsy is often associated with the development of the haematoma; but in a third of cases epilepsy first appeared only after the haematoma had been evacuated ( LATE EPILEPSY Only patients followed-up for more than a year were considered for this part of the study; they were shown not to differ significantly from the original series (Table 7) . Late epilepsy was significantly more common than after other types of injury (Table 8) , and the incidence was higher after intradural than extradural haematoma ( Table 9 ). The epilepsy rate did not differ significantly with various features of the injury (Table 10) . Two-thirds of patients with late epilepsy after haematoma had their first fit in the first year after injury. Subdural haematoma was significantly more common in patients whose post-traumatic fit occurred in the second, third, and fourth weeks after injury than when it happened in the first week or after the end of the first month (Table 11 ). Late epilepsy after haematoma had a focal component in almost 5000 of patients. In cases followed for two years or more after the development of late epilepsy, fits continued at a rate of more than one a month in rather more than a quarter; somewhat more than a third had at least two years free of attacks. However, epilepsy frequently recurred even after such a remission. In the wider study of traumatic epilepsy after non-missile injuries (ofwhich this report is a part) patients with acute intracranial haematoma proved to have the highest risk of developing late epilepsy-considerably higher than those with depressed fracture (Jennett, 1973) . The incidence of late epilepsy after acute intradural haematoma is strikingly similar to that reported after penetrating missile injuries of the skull, a rate which has remained constant in spite of improved early management of such injuries in successive wars (Jennett, 1975) . The brain damage in the two instances is somewhat similar, consisting of cortical laceration; the 40-50/4 risk attaching to this presumably reflects the susceptibility or threshold of the population. The importance of knowing that patients who have survived the evacuation of an acute intracranial haematoma have a high risk of late epilepsy is that prophylactic anticonvulsant medication can be considered. Attention has recently been drawn to the possibility of preventing post-traumatic epilepsy by the early institution of such treatment Penry, 1972, 1973 
